D-pencillamine and zinc remains the first line of treatment for Wilson's disease in India. Membranous glomerulopathy is most commonly associated with nephrotic syndrome secondary to d penicillamine but isolated cases of minimal change lesions are rarely reported. We report a pediatric patient with Wilson's disease who developed nephrotic syndrome 9 months after starting D-pencillamine. After stopping D-pencillamine and with only zinc for maintanence, her proteinuria resolved within a week's time with full dose of steroids for nephrotic syndrome.Wilson disease itself may have tubular dysfunction but glomerulopathy is rare Isolated minimal change disease can occur in a 11 -year old patient yet it is statistically more likely to occur in a much younger age group.The most likely cause of nephrotic syndrome in this child is due to the late complication of D-penicillamine. It also reemphasizes the importance of early monitoring for proteinuria and the need to shift to an alternative agent if side effects develop.
Introduction
D-pencillamine and zinc remains the first line of treatment for Wilson's disease in India. Membranous glomerulopathy is most commonly associated with nephrotic syndrome secondary to d penicillamine but isolated cases of minimal change lesions have also been reported [1] .We report a pediatric patient with Wilson's disease who developed nephrotic syndrome 9 months after starting D-pencillamine. After stopping D-pencillamine and with only zinc for maintanence, her proteinuria resolved within a week's time with full dose of steroids for nephrotic syndrome.
Case Report
11 year old girl presented with complaints of generalized edema of the body, initially around the eyes and gradually progressed to abdominal distension and lower limb swelling. 9 months prior to this illness, she had been treated for complaints of difficulty in speaking and swallowing, drooling of saliva and behavioral problems. She had then presented with KF rings on slit lamp examination, postural tremors in the outstretched hands, dystonic movements of the tongue. USG had revealed coarse echotexture of liver. Her 24-hr urine protein was < 150 mg% and urine protein-traces, 24-hr urine copper-349 microgm/ 24 hrs, serum ceruloplasmin-7.0 microgm/dl , serum copper -28 microgm/dl and her MRI brain revealed bilateral basal ganglia signal 
Discussion
D-pencillamine is a sulfhydryl chelating agent used as the primary therapy for Wilsons disease. No serious allergic reactions have been reported due to D-pencillamine, as it is produced synthetically since 1990 [2] . Penicillin allergy is not a contraindication to the use of D-penicillamine [3] .
In 20-30% of patients with Wilson's disease, minor adverse effects of D-penicillamine is noted [4, 5] . The estimated incidence of severe side effects is 4% in patients with Wilson's disease.
Proteinuria (nephrotic range), occurs in less than 10% of patients with Wilson's disease and usually begins more than 1 year of treatment with D-penicillamine [4] . As many as one-third of patients with significant proteinuria of 1-2 g/ 24 hrs develop nephrotic syndrome if treatment is continued [7, 8] . Membranous glomerulopathy, is the most common histological abnormality in 88% of patients [1, 4] .
If the patients develop proteinuria or other side effects during treatment with D-penicillamine, a change in medication should be made to an alternative agent such as trientene. In our case, owing to the exorbitant cost involved with trientene , only zinc was used at the recommended dosage for maintanence therapy.
Strong correlation is indicated by the development of symptoms coincident with the introduction of D-penicillamine and complete resolution after the discontinuation of the drug. Nephrotic syndrome due to minimal change disease has been previously described as a side effect of treatment with Dpenicillamine [6] . Usually the C3 levels are normal in children as in our case, with nephrotic syndrome alone yet may be low with hepatic synthetic dysfunction [6] .
Wilson disease itself may have tubular dysfunction but glomerulopathy is rare .Isolated minimal change disease can occur in a 11 -year old patient yet it is statistically more likely to occur in a much younger age group.
Immune complex glomerulo nephritis and hereditary complement deficiency are very unlikely, given the absence of dense immunoglobulin deposits, completely normal basement membrane on renal biopsy. Absence of penicillin allergy, no previous sensitization with D-penicillamine and absence of hypersensitivity vasculitis or dense immuloglobulin deposition excludes the possibility of allergic cross reactivity.
The most likely cause of nephrotic syndrome in this child is due to the late complication of D-penicillamine. It also reemphasizes the importance of early monitoring for proteinuria and the need to shift to an alternative agent if side effects develop.
Conclusion
Wilson disease itself may have tubular dysfunction but glomerulopathy is rare Isolated minimal change disease can occur in a 11 -year old patient yet it is statistically more likely to occur in a much younger age group.The most likely cause of nephrotic syndrome in this child is due to the late complication of D-penicillamine. It also re -emphasizes the importance of early monitoring for proteinuria and the need to shift to an alternative agent if side effects develop.
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